Fluconazole toxicity is independent of oxidative stress and apoptotic effector mechanisms in Saccharomyces cerevisiae.
Fluconazole toxicity was previously shown to require intact mitochondria in Saccharomyces cerevisiae, however, the mechanism of mitochondrial-dependent azole toxicity is unclear. Here we show that fluconazole toxicity is not attenuated by the overexpression of the mitochondrially-acting human antiapoptotic protein Bcl-2 nor is it increased by the presence of the oxidating agents in S. cerevisiae. Our data further support the notion that mitochondrial toxicity in the presence of azoles is modulated by the conversion of ergosterol precursors to toxic sterols.